The purpose of this work was to study the effect of diabetes on 125I-labelled insulin-like growth factor (IGF) 
. Under normal metabolic conditions, these high serum GH levels stimulated the hepatic synthesis and release of insulin-like growth factor-I (IGF-I) (Schwander, Hauri, Zapf & Froesch, 1983; Clemmons & Van Wyk, 1984) which inhibits the secretion of GH by a negative feedback mechanism (Berelowitz, Szabo, Frohman et al. 1981) . In diabetic patients with poor metabolic control as well as in several animal models there is a decrease in hepatic content of IGF-I mRNA (Goldstein, Sertich, Levan & Phillip, 1988; Bornfeldt, Arnquist, Enberg et al. 1989 ) and in serum IGF-I levels. Consequently, the high levels of circu¬ lating GH in these patients have been attributed to a failure of the IGF-I : GH servomechanism (Flyvbjerg, 1990) . On the other hand, normal (Mérimée, Gordner, Zapf & Froesch, 1984) , decreased (Carlsson, Clark, Skottner & Robinson, 1989; Hall, Johansson, Póvoa & Thalme, 1989) and increased (Sato, Ikeda, Miki et al. 1988) circulating IGF-I levels have been reported in diabetic patients. Such discrepancies are probably due to differences in the selection of the patient populations or to interference of IGF-binding proteins in the assay method.
IGF-I circulates complex to specific binding proteins (IGFBPs) (Ooi & Herington, 1988; Rechler & Nissley, 1990) . It is assumed that IGFBPs are not merely carriers of this growth factor, but that they are also involved in control of the metabolic effects of IGF-I (Elgin, Busby & Clemmons, 1987; Rutanen, 1990 (Yvonne, Wang, Orlowski et al. 1989 ).
IGFBP-3 is a GH-dependent protein and a decrease in its levels has been reported in insulin-dependent diabetes mellitus (Zapf, Hauri, Waldvogel et al. 1989 ). The GH-independent low molecular weight IGFBP-1 undergoes a circadian rhythm and is inversely related to plasma insulin levels in both normal and diabetic patients (Baxter & Cowell, 1987 (Cotterill, Cowell & Silink, 1989) , its concentration in diabetic subjects does not correlate with the percent¬ age of glycosylated haemoglobin Ale (HbAlc), an index of the previous degree of hyperglycaemia (Suikkari, Koivisto, Rutanen et al. 1988; Zapfe? al. 1989) . To (Laemmli, 1970) under non-reducing conditions and boiled for 3 min before being loaded on to a 12-5% SDSpolyacrylamide gel (16 13 015 cm). Under these conditions, endogenous IGFs are dissociated by SDS, so the molecular weight reflects that of the binding component alone (Rechler & Nissley, 1990 (Fig. 2) . (Fig. 3) ; the magnitude of this increment was positively related to the degree of gly¬ cation of the serum proteins (Fig. 4) Gagliardino, 1990 (Van Wyk, 1984) . Therefore, an alter¬ ation in the free : bound ratio of IGF could explain, at least partly, the role claimed for IGF-I in the pathogen¬ esis of chronic complications of diabetes (Baumann, 1990 ).
